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In the Review article by Chien and Karsenty (Cell 120, 533–544, February 2005), there were
errors in the affiliations and in the placement of Figures 2 and 4. Above are the correct
affiliations, and the correct figures follow with their corresponding legends.
We apologize for any confusion caused by these errors.
Figure 2. The Aging Heart Phenotype: Selective Defects in Specific Cardiac Lineages
During the course of human aging, cardiac defects arise that reflect the influence of the aging process on
distinct cell lineages. In the aging atrium, there is a marked increase in the onset of atrial fibrillation, an arrhyth-
mia that is associated with the complete loss of organized atrial contraction. This loss of atrial contraction leads
to pooling of blood in the atrium and the formation of blood clots that can give rise to embolic stroke, which is
a major cause of cardiac morbidity in the elderly. In the ventricular chamber, there is an increased stiffness and
tension, largely due to impairment of the activity of the cardiac calcium pump that triggers cardiac relaxation.
This decrease in relaxation can promote the onset of heart failure, which is triggered by defects in calcium
cycling (see text for details and references). In the cardiac conduction system, there can be a loss of regular
pacemaker firing in the sinoatrial node that normally sets the heart beat, which can ultimately lead to a life-
threatening slow heart rate (sick sinus syndrome) requiring electrical pacemaker implantation. In the aging
atrioventricular node, there can be the onset of conduction system myocyte dropout and fibrosis that can lead
to complete heart block, which also requires artificial pacemaker therapy.
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Figure 4. IGF-1 Signaling Pathways that Regulate Growth in the Normal and Aging Skeletal Muscle
(Figure adapted with the assistance and input of D. Glass). For details, see text.
